Korean J. Vet. Res., Vol. 22, No.1(1982)

Hog Cholera #ilf] i 2 WU Bkenol T3 FiBl HlRkEy BT

. #RERERS] BEFEsL H AT

# T R
W AL 5 A B Y

L] -]

Aol 4 = Aol A Bdt hog cholera Faka} of
5 Mo g R AW KRBT EET REKAH
K P RERSRY FRT BRI Uk

hog cholera o LMi/yIke WEREEY Ktk PHI0I "D
Ih ) ﬁfm& 152511513 5155 31-35, 36385 4314559, 651 68 A 75
%) END ptSof kot MREfEE =% 9y mig kG
PS4 o o) fike] Qloy o HolE ke
mEest oS stz shdlcl S8 EmES] Wi
i, o) W o) M, MRS oM M
K U S-S MR MRS BEYE A
Yok E@gde] Eoba b P 90® ge sgEA
RN FE B8 MO BRI EEd Eiel B

5—";},2] lo%-_%j_: o',\,I a}. 55175 19 12225 27> Zh 41,47 1485058, 60 » 71

™ gilo} whzhall 2 HEBIE, HBSH ¥ ETEE
Soll ot BRSO —Hs ARGz Yo B0 E00
51 52 54258 567+71,73 )

92 yejell oi4 hog cholerar} @3 30 REM BE
slo} Sto vl BN SHEKS FEEEE AT vaccie
Mol al 4hukal HR7L =gl 8 PR RE
B #WE O A do} B4 gel 23 EHY B
Roll W2 G4 (b DAL BB HNE s WA
sy Brie 49l o F ez fEMs o FES BA
ol 4 @& | hog cholera FKH KBk 1EHEMK H
4 MEE W WA ALY s N mEAR
9 ik BRelcty s o WS WAL,
AR HBIESL HIMIRS S APHMBRY 028
®k3ted 2 ol FTRS MB#ie HAfhe XgEE: EF
gmmmge g msh el 1 KRS W ast o

* B %
BEIL SRR BEFER AR

HE X FE

AR ERMA = 1978 4:% 6 3 Mol 2 A landrace
berkshire ,duroc # 3 °| & MM Ko 24 BWHKA
B34 RERSEyo 3 hog cholera2 giLs< HE
Solol ok HMHMBN WEL Asld 10% Pt for-
malinol] PiEshn paraffin £ 8§ K2 uEe bemat -
oxylin-eosin (H-E) fv{,3 £l mEMARENCS
hog cholera FEA & E 2Misia o} & KK k@,
#HED N emSo —WE MREUIRE BLSAmE
(FM200 A) o 2 hog cholera conjugate 24 &K iy
< st ok @Rl o| sizro] MY MIKS M
Holo] AEMSe WA R HA®RS HBEEMET W
BB 2 WK o

& HRe ALBRERM - hog cholerac] ¥glt
s friigst A mxs ey #HESE 0H
& KN (EBE 18~ 19kp) 2 @E% landrace s 5 #iol
fRPE FEl 4 A Ml hog cholera virus (HCV)
2,18 % 50H4 WA (EEE 10~ 15kg) 2] landrace
g duroc ¥ 3wl Gx¥REsd challenge virus g
ALD %5 &% M5t KGRI OMEFARSS ®
®sholch AR virus B i5E M= 8B 13 8
Mol 28 1 ALD #%E 13 EBREKS 7~ 1368 Ao
&% BERLEs ABMNe 2 BEI & & KEMK
BT BRS YIRS BRFEFS el BRI
#igz A hog cholera & 2Mfzl BAMPBLEF o lan-
drace i 60~ 9084 589 WERES HEME:)
gol, 5 HALS &S A& phloxine
blue #:fa S Wheslol MU, Gomorid] Y o
2 MEHBe] aMEkMe] WS MRS

e BN WBishs HARS SamEE BiEax

methylene



fBES ¥4 virus S {Eiel landrace s 70 B4 (18
18~ 19kp) 0 KBRES MKk 8O0 B&A

223 HEEES YRSl 2 % paraformaldehyde
-2.5% glutaraldehyde (pH 7.4, 0.IM cacodylate

buffer ) o 28¥[HE ATEE .
ide (pH 7.4, 0.1MS - collidine buffer ol 2 R R
BEEste] #° ethanol 2 5E acetone ©.2 BT RAK
A4 Epon 812 2 #3592, ultramicrotome Sor-
vall Porter Blum MT - 28 o 2 glass knife & ¥
Fislo] 60 ~90myu o @MY S =bEol uranyl a-
cetate o} lead dtrate & 2# Fufagt § @FeARESmH-
itachi model : HU-11 E) o 2 ®&3}ct.

2% osmium tetrox-—

&5 R

Fmapggo| WFEAA: HRFL L hog cholera WK 40
GHo BRI M HCV Y challenge virus g ALD
virus & BT WRK SHA MEMAKSY RIEE
RS RS e Byl GRS 5K
B 40 i 1488(35.0% ), 22l WK 8FAd 3
(37.5% Joll A &% HIEHT Rol WL Qo] AARA: M
oF R8O — €3 BAES Jebiglel  HE Hige
Ao Blke BRI AE T2 R, HREE. REEy
HeRR-5ol Al

MEXEF WIEAAS EHNE REMoZ RS

Table 1. Degree of the Necrosis in Lymphoid Organs

Natural Case Experimental Case
Organs ALD Virus Isolated Virus

1 2 3 4 5 1 2 3 1 2 3 4 5
Mandibular LN - - - - - - 44+ - - — - + -
Parotid LN - - - - - - 4+ - - - 4+ - -
Superficial Cervical LN + - - - - - + - - - - - —
Subiliac LN - - - - - - 44+ - - - - - -
Poplitial LN - - - = = - +++ - -
Inguinal LN ++ - 4+ - - - ++ - e
Tonsil + - + - - - +++ - - - + + -
Spleen + - + - - - ++ - - - + - -
Bronchial LN ++ - - - - -+ — - - - - —
Thymus - - - = = - 4 - - - - = -
Hepatic LN ++ - - - - - + - - - - - -
Splenic LN - - - - - - + - - - - - -
Renal LN ++ - - - = - 4+ - - - -~
Large Inesing R

LN: lymph node

— : negative, + : mild, ++ : moderate,

“+-+-4 . severe
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Table 2. Occurence of Intranuclear Inclusion Body in Iympoid Organs
Experimental Case
Natural Case ‘ :
Organs ALD Virus Isolated Virus
1 2 3 4 5 1 2 3 1 2 3 4 5
Mandibular LN + + ++ + + + - +++ + +++ + + +
Parotid LN + o+ +++ + + +++ -  + +  ++ -+ ++
Superficial + o+ o+ o+ + o+ o+ |+ o+ o+ o+ o+
Cervical LN
Subiliac LN - 4+ +++ + o+ ++ - ++ s e
Poplitial LN - + ++ + + =+ - + + + - - +
Inguinal LN + 4+ +++ ++  + + -+ ++ + -+ 4+
Tonsil + + o+ o+ - + - ++ + + + o+ o+
Spleen + o+ o+t ++ o+ ++ - ++ + ++ -+ ++
Bronchial LN + ++ +++ + + ++ - + + + + + +
Thymus + - + ++ - + - + ++  + - + +
Hepatic LN ++ 4+ +++ +++ — + o+ o+ + + - o+ o+
Splenic LN ++ + ++ + - + - ++ + ++ - o+ o+
Renal LN + + +++ + o+ ++ - ++ - - -+ +
Large Intestinal _
Mesentric LN + o+ ++ + o+ + + ++ + o+ o+ o+
Smhzlsei?ﬁst"ﬁj + At o+ + - o+ ++ + o+ o+ o+

LN: lymph node

— : negative, +:mild, ++ :moderate, +++ : severe
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. Lymph node of natural case. Acidophillic intranuclear inclusion bodies are seen in reticular
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Legends for Figures

. Lymph node of natural case. Severe necrosis isseen. H-E, X 33.

. Lymph node of natural case. Necrosis of lymphoid follicle is noticeable. H-E, X 132.

. Spleen of natural case. Focal necrosis of white pulp is seen. H-E, X 132,

. Lymph node of experimental case inoculated with ALD virus. Focal necrosis of lymphoid follicle

isseen. H-E, X 132.

. Lymph node of experimental case inoculated with isolated hog cholera virus. Necrotic debris

is seen in lymphoid follicle. H-E, X 132.

. Lymph node of natural case. Necrotic tissue is almost replaced with proliferated reticular cells.

H-E. X 132.

. Spleen of natural case. Proliferated reticular cells are seen. H-E, X 330.
. Lymph node of natural case. Plasma cells and macrophage are seen in necrotic tissue. H-E,

X 132.

. Tonsil of natural case. Necrosis of follicle is seen. H-E, X 132,
10.

Lymphnode of natural case. Reticular fibers are dilated and broken. Silver impregnation. X
stain, X 132.
Tonsil of natural case. Reticular fibers are dilated and broken. Silver imprehnation. X 132.

cells. H-E, X 330.

Lymph node of experimental case inoculated with isolated hog cholera cirus. Acidophillic
intranuclear inclusion bodies are seen in reticular cells. H-E, X 330.

Spleen of natural case. Intranuclear inclusion bodies are seen in reticular cells. H-E, X 330.
Spleen of experimental case inoculated with ALD virus. A cell containing two intranuclear in-
clusion bodies is shown H-E, X 330.

Spleen of experimental case inoculated with isolated hog cholera virus. Eosinophilic inclusion
body is seen by the side of nuclear membrane. H-E, X 330.

Lung of natural case. A intranuclear inclusion body of alveolar epithelial cell with pneumonic
lesion is seen. H-E, X 330.

Brain of experimental case inoculatedwith ALD virus. Intranuclear inclusion bodies are seen
in vascular endothellal cells with cuffing. H-E, X 330.

Electron micrograph of reticular cell of lymph node in experimental case inoculated with isolated
virus. A nucleolus with peripheral perichromatin is seen. X 10,000.

Electron micrograph of splenic reticular cell in experimental case inoculated with isolated virus.
A nucleolus with periphefal interchromatin is seen. X 10,000.

Electron micrograph of splenic reticular cell in experimental case inoculated with isolated virus.
Two nucleoli with perichromatin and interchromatin in a cell are seen. X 10,000.
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Histopathologic Studies on the Brain and Lymphoid Organs in Hog Cholera
II. Necrotic Lesion and Inclusion Body in the Lymphoid Organ
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Department of Veterinary Medicine, College of Agriculture, Gyeongbug National University

Abstract

This study was taken to clarify the histopathological changes of pigs naturally infected with hog cholera.
Microscopic observations of the necrotic lesion and inclusion body in the lymphoid organs were carried
out in the natural cases of hog cholera and experimental cases inoculated with ALD virus and isolated virus
strains. Flectron microscopic findings of the intranuclear inclusion bodies in the reticular cell of spleen
and lymph node were also observed in the experimental cases.

The results obtained are as follow,

As the histological findings necrosis of lymphoid organs was observed mainly in the lymph follicle.
The necrotic lymphoid organs were found to contain 35.0% in the natural and 37.5% in the experimental
cases.

Intranuclear inclusion bodies were found mainly in the reticular cells of lymphoid organ, the epithelium
of bronchiole and alevolus, and the vascular endothelium of brain. These inclusion bodies were seen in
40.0% of the natural cases and all of the experiment. The inclusion body was appeared to compose of
activated nucleoli and chromatin granules (interchromatin and perichromatin) by electron microscopy.





